Correction by unknown
ELISA in patient’s CSF was non-suggestive,
but IgM was high. The negative serological
results could be false-negative, as the speci-
ﬁcity of the test is low. The sensitivity and
speciﬁcity for IgM and IgG antibody range
from 93 to 100% and 77 to 90%, respectively.
PCR detection of Toxoplasma DNA in CSF
increases both the sensitivity and speciﬁcity
with a positive predictive value of 100%.
4
Various distribution patterns of intracere-
bral and periventricular calciﬁcation and
diffuse hydrocephalus have been described
on CT,
5 but the occurrence of periventricular
cysts has not been reported in the literature.
Congenital toxoplasmosis has been exten-
sively studied in murine models to elucidate
the mode of infection and its effects.
67The
lesions result from (1) destruction of para-
sitised cells, mainly tachyzoites, (2) tissue
necrosis from rupture of cysts, (3) infarction
necrosis due to vascular involvement and (4)
periaqueductal and periventricular vasculitis
with necrosis.
8 The histopathological lesions
herein predominantly revealed extensive
periaqueductal and periventricular involve-
ment with formation of cysts, which has not
been previously described. The lesions were
chronic in nature with numerous cortical and
periventricular cysts, and the formation of
subependymal canals herniating into the
white matter. There was no signiﬁcant
vascular involvement with microvascular
thrombi or vasculitisdfeatures reported in
the acute phase. Moreover, cerebral calciﬁca-
tion, the characteristic ﬁnding in congenital
toxoplasmosis,
2 was occasionally identiﬁed
herein. This form of obstruction of foramen
by irregular accumulation of glial tissue,
surrounded by numerous ependymal canals
with periventricular calciﬁcation, has also
been reported with cytomegalovirus infec-
tion; however, no cytomegalic cells were
seen, and the immunohistochemistry was
negative.
In congenital toxoplasmosis, the epen-
dymal lining is sloughed into the ventricles,
and the protein content of the ventricular
ﬂuid reaches in the range of grams per deci-
litre,
8 as seen in this case which had formed
a jelly-like coagulum.
The unique serological results together
with radiological and histomorphological
features at autopsy in this baby suggest
rarity in this case.
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Matteo Fassan, Marco Pizzi, Giorgio
Battaglia, Luciano Giacomelli, Paola
Parente, Paolo Bocus, Ermanno Ancona,
Massimo Rugge. Programmed cell death 4
(PDCD4) expression during multistep
Barrett’s carcinogenesis. J Clin Pathol
2010;63:692e6.
The sentence on page 694 should read:
The normal basal layer featured
moderate cytoplasmic staining, never
associated with PDCD4 nuclear
expression. The supra-basal squamous
layers consistently featured PDCD4
nuclear expression (also coexisting with
weak-moderate cytoplasmic staining;
ﬁgures 2 and 3).
The legend to Figure 3 should read:
In native squamous oesophageal
epithelium, normal oesophageal supra-
basal cells feature strong nuclear and
concomitant weak-moderate cytoplasmic
staining.
Take-home messages
< Congenital toxoplasmosis can have
negative serological results in both the
mother’s and neonate’s sera.
< Imaging can reveal periventricular
cysts with ventricular enhancement
besides the presence of hydroceph-
alus and calciﬁcation.
< The cysts and the ventricles can reveal
jelly-like coagulum within its lumen.
< Demonstration of T gondii cysts within
the tissue sections, or smears of the
ventricular ﬂuid or detection of its DNA
ampliﬁcation in the blood, body ﬂuids
or tissue sections is diagnostic.
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